ERBEZEBK S BRERRERD THE
[HE1IBK £%%5% (BK polyomavirus, BKPyV) B3| #H BK £ aE B (BKPyV
nephropathy, BKPyVW) 2 S BB B E KM EE H £ 2 —. & T ZH K &4 BKPyV 2547,
MR ok B B AR & 2 E R B E 6T T8, BHF R MK £ Rk 2 5
fo K7 7% BKPyV B EM A KRR IERLIEAT, PREEF 2 BEMEF 2 L2ARTER
B, RE. FE. £k, RREEXTRER, XA 2009 RFZAFIEELFREHER
JURRE bk, 4% BKPYV BEFURA KA R E AW Y . MATRE. EEREI., L. 7
B, 607, M. TUES A @M 21 MERER, %S0T Ry FaENEILESE, §AEATE
S IE R B, HERE BB T BKPyV & $ A8 X % 0w e lE KBS .
[X@RE] EHEBE: BK 28RS R BE: B8
ELTH: EXAARFES (82270786, 82200844); [ METEHEAL GG KE ATE
(2023P-TS46)
ANELZEREENAE 2 BREN S BRERN 14 MR R &4, BK 28K EF (BKPyV)
R—FABERG RIS, BRI T0%~80%, 7 IE% ARE, BRPyV (L& I A B K &
R F. BEEGHEBEZE+, & BKPyV B3| BK 4B HEEH (BKPyV
nephropathy, BKPYyVN) BEZ&RASEBHEEHEZ R RINERREZ —. HFEX, M
% TR O A R A R B R R, DARCRE BRPyY A B E AL, B RERSAE % BRPyV R e
EXRWAE. EdTEHARLGEREARE, BEH5HEMBHEEF LR, LELZHFRIE
HiE, LI BKPyW HE LMl K TR ZEAEE, BIEGIEBEZH + %8 H
& BKPyV 89 Z R 1E I, # A A F B &35 R % 40 M. R F S % & DNA B E
W, LEEATHEEEFRER. & TR Z EIEA A4 BKPyV 254y, T ¥ 4 B A HE
IESEEA BKPYWN % 4, Rt B SRR NHRBEUBS T GERREE £& N, HiE
TR PHFR L ARG Z i, 3t BT EZH YT Bol, X T B4 % 3 BKPyV
Ry, W i S EENIGIRTEEEN. AT EFHESEEBEEAALH
MEEBE LA BKPyY BREMEXKRATOWAIET, FHREF2BEBEF 2 2H AT
ERHEE. KE. mE. £&. RREEXTARLTR, UWEASSRKIFIERIEEY £, £46
Bl E A% # BKPyV RPMXRFR LR R L, HFELSH 2024 FERBHEES
(The Transplantation Society, TTS)BKPyV #£i41(BK Polyomavirus Consensus Group)

1 Transplantation & & # (i 48 Z % BKPyV B L7 HIR &R — ) W, 2019 £



EM M ¥4 (American Society of Transplantation, AST) HHEEH (AR EKET
% BK £ RmERE) P 2014 £ RN R M A 5 R B MK KF 4 (Buropean Society of
Clinical Microbiology and Infectious Diseases, ESCMID) AR E R (LB EHMHE
THEANKL B RERE . AH R FEm BN )Y TR 2009 4 4 2k E ik RE TS A4
(Kidney Disease: Improving Global Outcomes, KDIGO) 4214 5 (KDIGO Il bk 52 B 45

B FHEBEZENLE) TEXHBAFITT AEH.

—. WEPRIT &
AEHOEERLEKEFEIM S EH LTS (Practice Guide Registration for
TransPAREncy, PREPARE) _EUL# 33 M (VEM5: PREPARE-2023CN899).

TEH TIEH: RAEH R T S ¥AEHEHFE THEE, T ERETEEVEY. FEY. K&
F.REF AR PAEELSFIRER, IENAEAMTNEF LAFHES —ERE
k. IATMHEARRACHESNHEFHALR, THAESABEFEENA TR,
HEEAESNAEFAR: KREFERATERETIMEREBEZE BKPyY B EHilE R
VI Tl HEWERFNERETIMEXFHNEES Tx. BHERETLALA BT
ANBE A B B B RV T B W LA BKPyV RPN 3% .

FHEE R H#E: BX RGN RGBT # BKPyV RETAHRE L RMIEH . &
W A, RGN AL FE ST, FEHLAEER (randomized controlled trial, RCT).
3 RCT BAFIBE R Ansm B BRAR K 5 R A SO LR B0 & K73k, THREMNT S RFEEE
W% . RATRFREE. WRKI. oW, B, 7. Mip. eSS T Ex# kA, il
Rl R L 21 A

R G HERETHEERL T IEERERGIFNNA, 4 REHNBXEIR,
AR, TH. A4 B (population, intervention, comparison, outcome, PICO)
BN 34T Xk A &, #K3E & @4 MEDLINE (PubMed). Web of Science. /7 7 4R 348 Ak 5
FefbEmNBEE. BRI GE: FHEBE. BKPyV, BRE. BR. thEX. k=
W, FE, LW, TElIYHT. BEBEKSEFES. TEEL B EBESZ#E BKPyV &g
MAGR, WHEWSEXMBETRERAR K. EFERRE LY 2023 £ 7 A 30 H.
BHEEILEH R KEERM 2009 RAFZAFIEESTREEFERENLRE L) T ENEEE
N X FEFRBTIER (& Do FAFRIEBURKEEFEBEICR, TREFRNARA
oAl e EHEE, HEIFARE T HEREFHEBEZE BKPYY REGERLTHEER



W46 . TEHETRMRNES, ZYREX2REBEF LI ARLEEEBEEMEX
2

HERXARSWERITE, RELRBENLSWRHTEHR, KEHWRIEE LR,
iE ¥
R Ei: 3o
% 5\
la RCTs ] & 4t -
A 1b 45 R A5 X ) /N RCT
le R AR MN” AT A A 35
2a A Z1 BT 72 1) 2 &5 0F
" AN AU B 5 (SR & RCT, Wik vi% >
20%)
B
2¢ BETFZELERUR
3a I3 19 X IR 91 R S0 AT i
3b FAAN 9% 151 X HE F 9T
- A R IR SN 19514 NP R K (i g R L B
k5%
. : LR B CRITG W PR A 98 345 1 A0 A 415 22 il iF 9

I PR 22 56 1 4% i )

=, REENFRERRATRF

BKPyV RZHmER. 2BmERN— ", BT R AMTRINEE DNA 58, HEN 40~
50nm. BKPyV #y DNA 2 F 2 @45 3 Mgk X OF 8% &£ F X (early viral gene region,
EVGR): 45 A5 8  M£ A T 41 JE #2/8 T #1 B (large tumor antigen, LTag;small tumor antigen,
sTag); @B HiFHELFKX (late viral gene region, LVGR): BB ERTEH (virus
capsid protein, VP) VP1, VP2, VP3, T4 %& & (agnoprotein) 774 @& BKPyV-miR-B1-5p
F1-3p B9 pre-microRNA; @I A= #| X (non—coding control region, NCCR): 4 ¥ &
A H IR ori MIMERIFF|. BKPyV T 4mA L DNA R 688, mEZFRMTEEDNA K
HUEHCT AR E LK AR, LTag 72 4 —F X ORI £ RRE GRS B X HE X,
EEEHME, LTag A& Rb, p53 i@ d| 2 £, RBERALNSH, 25FER
#l. ARHE LVGR S0 VP1 My R X, BKPyV # 4 A WA AR, AFEA I A2KTEN
WA RATA 2 (£780%), HRZEELDAERMART A ZERFA IV (27 15%), & HA
IT A0 TTT AT A B REHBEL (5% ™7, %A LTag & FHATH AT LT UL
EHERAE T A IV 10 MER (Bf Ta, Ib-1, 1b-2, Ic; IVa-1. IVa-2, IVb-1. IVb-2,



Ve-1 #1lVe-2) "7,

BKPYV R X RS % & e e 4 )LHA, REALE 4 1B A, ¥T 8B4 1 s, "R 5 B H a5 R
EEY AR R R E A 82% . BRAER R £ B BRPYV FE ALK % 0% T ok
EFE, T2 RARMREERRAE. YHNEEEARTH, nXEBEBELLRE
JER S T ARG, ERAE, ARRohiGmEREEE %, BKPyV T EHHE,
ERERE EREATESR, FARRTHE, BB BKPyW RIE, TERFEALTFH
BKPyV M. & mEstR, BKPyV ATRPFE/NE L KA T RAAKM. F 5, FRH
A A EI 8 B o 3R 40 B IR A 3 B BKPYVN, P E & ] S ES Mk . BKPyWN &% LT B AE
BEZE, EMAEE L REESEZEZEN BKPyV fE M BKPyVN,

=, fREX

EAERNT, EEBEAG L 4E BKPyV RIE. BKPyV DNA 1iJEfo BKPyVN By H 614 7l A
20%~57%. 7%~29%F 1%~10%, TEHEEF CE L REFERANR AR LEERANZSR,
X RGBT AR IR R SRR S K B, WEAS AR JE K A BKPyV
DNA ffn 2 8 ¥ fr Bt Al A % & 3 A~ F, T #% BKPyUN B+ it il A £ £ 6 4~ A ™. BKPyVN &
BEERIHWEERFAZ—, BIREL 5060 ERBELE L 4 BRPyW ERAS#HET
BEESERE T, BRFELA. ZUW. BETRTGSREAINEETR
FHBKPYW XA AR EEFARS, AFADFRE. BXFAWEN. HE, FELY
FRAE, BREMEMARE., REMEAEDTY, REFERH, RIOGEZLHELHTH
B (ERK2). £F, ZRWFANEZRZEZELEERAANEREX.



U9
FE BKPyV E#lH B E R

L%

ANPERE REZ H AR ZFNEBERAN, WKT 55~60 % 2a
GIRGERA ZH NGB Ja
U ENETET N 2a

ABO [fi. B A #H 25 3b

it % &% HLA 45 % >4 3b

fit # BKPyV IfiLi# BH 1 H 5% % BKPyV IfiL i B 14, 2b
ol it 5% & 45 5 Pk B K CEAS LR

AN NCCR H # 3b
B U R A O R 3R bR SCHERE N R B A 2a
Gk I/ P E AR A 2b
BKPyVN T8 # W ¥ % K J5 8 7 IE# 4
B 9 4 1) R 3 S HE R R R UHE R VA T S K 38 G % 40 ) 7 2a
% ] B R R R (o o R R A e R D 2b
I U2 40 3 PR % 5E B T 1 3b
2 T 309 e G 2 400 ) o R 2b

fih 58 B F I B I R AE IR T RN A A R K la
& B 1 B2 50 mTOR ] 7))

. KRS W R B

e K 1% B 1: BKPyV J& 3 R 3 7 DAF| e & s JR R L2
REEN L BEBEZH I EH R TR, BIF R BKPyV EERRN TR (BER
EC, EFEFE 4.
BKPyV V&) e R e iy g R R LA AL, ERIZ I REIEH BIARE, W H ;o B REER, K
RE R RAERERI, 10%~68% B L % # 7 BKPyV FEIE N . B HI A6
REAE M B I RO R Fo R AE . 4 % A BKPYVN B, EEWR EE 5BHEE R4 BV #
I mE B AR R AT, # R NENEATEEAG. E M BRPyY BRA TS
B mMBRR. MEERE. REFMR., MEEH. WX, WX, AFEX. 2k, £
R A L 2 R A LR RS L B

W R 151 R 2 AR A o 3 o BKPyV DNA 7 T I SR R X2

RERN2: BERFAEEBAEZH 28 B BKPyV AHEE, URAHFERTHEA
FF (BEBREA, LHEEX la),



AR N 3. 183 5 H €& PCR By 77 A W R ¥ fn 3K o BKPyV DNA % & 5 iF 4 BKPyV & #l
WRE (BEBEA EESZ la),

EHER LA

R7 R 2 & B A B4 KB (polymerase chain reaction, PCR) Y77 i 46 Il vk A0 fn % & BKPyV
DNA B B4 2 fitE, RIERFHEMNRFRANEE 7. YA NH & BKPyV DNA
AR, SFTRRARBEE AREEHATER, FX L, IEE#ERDE T HLLIAT K
BKPyV DNA FEE. FHEA—TEFR % #.Q#F50F, 5% (19/378) A 7 K AF BKPyV DNA
IE (<105copies/ml) By MERAE % # A J5 2 & 3 % A F 1y BKPyV DNA & JE [decoy 4
Ji. F& i BKPyV DNA # & =107copies/ml. REA LB HEH A ( “haufen” /MK, &K
F VP1 mRNA] = BKPyV DNA i *'. At ¥ &, ARIKFH BKPyV DNA REF EEFI A
st H BT NTE, X RERD I EERMAF X, FHHHEDTEKIKBKPyV
DNA # & 5 BKPyUN R\ 38 fm 3F ToAd 2 %, = &40 m % BKPyV DNA £ & %I # BKPyVN
HIRF I TR & T % AT & BKPyV DNA #B RUR MM 4, #1314 30%~50%", HA& 2~
6 JE % O, %% 7 % ¥ BKPyV DNA 3 & . NCCR EHr sk 7 78 B o ek 12 85 g, EFHETNIE
o 4 A E 90% 0L B 5 B AR, BRPYUN By & & A% 5 i 2% =+ BKPyV DNA # & 2 EAE %",

1R85 2 I KR R IEE B LT, %9 % BKPyV DNA 8 >104copies/ml, T2 B 4 BKPyVN K
F ey P T (B 7 78 % o AR e SR AT A D B, 1 3¢ BKPyV DNA # 8 4 F 103~104copies/ml
W B HER AL % # BB R8> 104copies/ml B 7E 161 52 4 BKPYVN B &% # 2 5 7& I 7 2 DNA
miE™ ™. BT HEE N BRPYY RENFAA BRI, EBEEFRERRMZREREH,
s PR AT 58 o 897697 B AT AU EHE SV40 LTag BB ARNF R EHA, W H RN Z Q4 i BKPyV
DNA Wi ATER. %L, ZTEREEHR DA ENEE PR FRNEEBELE DK
BKPyV DNA # & ¥ B i & Fn iF 4 L5 w9l IR & X

W AR 5] BR 3: & J& 7K BKPyV DNA R &R e )R & X ?

BEEN 4 THRAEUAEZTHA LN M BKPyV DNA REWEFEBEXZRTRE
BKPyV DNA By Yl (5 duk Wglmt B AR, WTX), wRFEENRN DX RERE (%
HRED, EEEL 5.

#AERN 5: EPURKHK BKPyV DNA fA M Bt H Bk BKPyVN #2BT (R FEE B, iEEE X 2a).
BHERN6: EAAMMER, RUEARKLEAT BKPyV DNA I (##H®E B, IEEEX
2b),

BHERINIH:



KB A AR EEEHE, BATHE DNA R @ % k& DNA mER AT 4~12 F X
4, 3t B & DNA RO X T TR BKPyVN B #:47 100%49 P TE ™, BT A B s
PR B A FRE A 2 HER BKPyVN. fE 2 4 Il /& 7 BKPyV DNA HE 1748 AT &: OFN BKPyWN
W FE P TUNE K @& 7K BKPyV DNA H — Ry =B K2, FEAT 100 BERZR T HEF
BX; OMMT ¥, WD &ZIMEFIEIT 5 KA BKPYV DNA 820y THEFLRME (XET
BBER), XTI RLERD ARMANTRE TR, OFATREREFREX
F 2 AT PyVAN # e b 58 i, {22 I # 4 3 fm BE 3R BT R ¥ 32 PyVAN #9 R ; © B
B M 6 Z AR B BKPyV DNA JRE T 3F i K 38 5 5 3 980 96, 92 300 R By R e o 2 40 A 5K 1 2
SR, XEFRMEHIRE T HERRERETTRFNEA. EEEANSZ FOWEARE
# B IR, £ 5%~ 30%22 7 42 15X iy BKPyVN % 2 72 B A A2 o (U 3 4 45 BKPyV DNA & JE,
Mm% BKPyV DNA EMAME. H, F6ENEF LR UK KR T BKPyV DNA 2 & vt
%, REBRNAEEFERARTERNE —ZREX, LEZX T K BKPyV DNA 2 A1 o9 # 42
M % ACF BKPyV DNA JRIE % 4, FEHATEM M. FRBMERE, MANEE mEHAMN, B
PR B Rz o7 B A o 2 Je N, (ELXG T B4 BKPyV DNA RIE % %, EAKIMMEERFLEE K
B BTG FRERLET TR, MEERTAENMELRBRRIE.

W SR [F R 4: 0 W RERS AR & R B AT 3R BKPyV DNA BRI ?

BERN T BFXPTH T EZ % BKPyV DNA AR o B REAS AR 2 4 34T W, M
R FE RN/ DD/ FERIELH BKPyWN %% (BERE A, LHEX la).
BERN 8: BPX KK BKPyV DNA FEME . R MEHEF R BLI6 5T B A B R B 1 7 AL ET A
BURBEZHHEE FRERWZERT 0N BKPyV DNA REAN (RERE B, LREXK
2b),

BERNLGHA:

B HEM AR B BRPyV HHUE L & FOE . & fLE & B & & 2| BKPYWN, =& — P ##t XA
BALAR, AT I PR R A R E LT X — AR LIS BKPYVN Bv X Afn it B, M
BKPyV DNA 7 FiUJll BKPyVN X 4F 6 4 477 5 A7 5477, & & 42 Il fn ¢ BKPyV DNA #k & *f # 7 BKPyVN
B FE P FRON 8 % 34 90%"™ . 4 ¥ kA M| BKPYV DNA MJER, R7E 1~3 BWELAN, UL
#\ BKPyV DNA fLJE 2 & B Bl . REFERCLEAFETHNEE. AFEF O ER R
ERIEMEHFETLE, 18R BKPyV DNA 2B 5 BKPyVN KU fn 3 AR A ™, Brol i
P& RIER, B#EAT 3K BKPyV DNA sk A0 dll, DLRAF Z g7 a9 5 il/ W/ iE fe ik 3£ 19
BKPyVN % # . BKPyVN #.7[ fe & £ E i FiET 5, HRRIORTHHA Fie TR EMLY



KA, fmFRx MK Z A mH BKPyV DNA £ 2 09 YA B T F H 2 I BKPyWN. Mesh, & T4
BEFRERME —LRHRE LT, #4703 BKPyV DNA R Em A By Tis R E £
#HAT LB 51677 .

e JR [ 78 5: B RERSAE %2 M BKPyV DNA RE N 5 KA FHfFE—R?

BHEENL9: BN ERBELEERE IMANEA RN —K ¥ BKPyV DNA R &;
REIMA~2ER, ERINMARN—K (BEREB, EEFL2b); AE2~5FRE
D EERA—K (RFBED, EFEFL 5,

FFERN 10: ZPX E R MK BKPyV DNA FEHE B 23 1~3 AR B RN, URFHEHERH
—i¢¥ BKPyV DNA e, RBRFAFNABERFHERERTR (BHRE B, EREX
2b),

BERILRHA:

BKPyV DNA fifE % X £ B EBAEE 6 AW, BAFHRT LT 20%~30%% £ 6 A
ZJE, BREAZHEASTURIRENANFERKES 9 MARBAIEIZL K.
WA EK, WERTURHFEMR. BHEE 14 E8HET UL I 18%8R & BRPyWN™,
A2 £EHERETURSEGEED—R, HEIARE 5 F. LR EHET LIRE AT
o RIZIMEI R T 7 . R E A BKPyV BRI R A R EBAEAREE,
ETEREHNABEEGFRERNALURE S, EREBEZH BKPyV R % £ 5 Fo kK=
XA

1. BKPyV &%

BT DUR U 2 BKPyV B9 5 2 0 R /A% BR 3k AL B A e e 0% OB O B 45 3 MEALAA /T 48 D
R AR R B SR AR AT & B 7 A 7 DA 8 bk A A A

2. BKPyV & #l

% 50l 2| BKPyV LR S0 B R EDEER EH v,

3. & BKPyVN (possible BKPyVN)

A& “BATHERE” (decoy 4. KK BKPyV DNA # & =107copies/ml. KEA £ &
FEFR ( “haufen” /MK). BAF VP1 mRNA), 72 DNA fufE R B 4 418 # ok B
A,

4. %1l BKPyVN (probable BKPyVN)

HBARTRERE” MHEREE 103~104copies/ml it 2 FEEL 14 BKPyV DNA
E, BEEFHARERRFEF YK,



5. L% BKPyWN (presumptive BKPyVN)

B CBATRERE FMERFHEREAT 104copies/ml HyHEE 1 BKPyY DNA mjE, i
BHRERREE YK,

6. JF¥EE 5L BKPyVN (biopsy—proven BKPyVN)

HAEMR R ERILUR SVA0 T S AR, HEFHFERINAE N BKPyV &I
JCPyV (JC polyomavirus, JCPyV), #txt BKPyV 3 [F 48 JF fr 42 5c FH 14 .

W5 5k 5 BE 6: *+-F BKPyV DNA & B MAREAAMER?

BERN 11: #£F4x BKPyV XFHA®ERFRRETT HFFIFEKE/NT 150bp (3
FERE A, EEER ).

FHERN 12: #FLIEKRHIRES WHO B9 B IR &, |E D 10/ml K AL CREFRE A,

W E 1b),

BERN13: BWUEA A UNRBRE TR, ROFIRAEWE W (REBED, EES
%5,

BERLRA:

PCR & TESH A B AN RE R ELEFF LR SEN 57 R4 B0, IR
WERWREEERXXBMEEM L EHRE (o JCPyV) ERAFHRTFFF . BUAER
T F A, R4 YRS sTag Bk LTag LAR VP1. VP2 =k VP3 A X F 09 & & 1R 1 /7 71
AT, FE K B K B RN T 150bp,  DABH R 3 B9 BKPYV DNA 8 7T LA
B, Mk, WKEEER . 7. ARFEKL S B E R BKPYV DNA BRI E 4
R, F R ERAFTT R E S E LR E BKPyV DNA HE 4 Rtk FH B, 7
DL b F T 1A 45 R H

i, RE

WERFEET: REAMRFXNDE S BRERRAMREX?

BERN 14: decoy HHBRNTRATHES BRERY, EFRRIRELEREMTTHET
(BFEBEB, EEFX 2a),

BAXNRAEC KR EREERAEZEME THE, TUFRBEN Py REWEE L
FAENE RN IR RN SRR, X AR A “EEHE” (decoy 4 M)
. KA decoy 41T LAME 4 I A PyV BB GIT R TN —F Tk, BERFERERGERH
Bt R #AT EA AR AWE , R decoy M MA N E RN, BEBREFETEAT



#9 PyV DNA RJE, B3 F PyVN oy B b T (8 40 4F % 1K, X240 39 25%~30% ", H &£ T
RAMFERKIATIET RN GEN. Wb, BT RBEEZ ZINFE R PIET 7 RHIRHE,
i TSR PyV R AT £ KB IR IRY . FEENEMNE decoy MEMB AT AR
2 BKPyV i & JCPyV B %%,

W JK 131 B 8: BKPyV R & # HATHMEE FRERWIER A2

EHERN15: BESEHEZHR rhFNEFRELAF>15%. ZEK. WRF) B BKPyV
DNA i fE % & #ATHEEFRER EFRE A, EEEZ 1ad,

EHEN 16: oy abf 2B 5% B X ¥ BKPyV DNA i %4 7% R#THAE T ER (3
FEREC, EEER D,

#F RN 17: F BKPyV DNA M T ¥ 34 &8 % #5109 /K F BKPyV DNA JRIE % & 7 & R # 7%
HEZRER (REBED, EHEFL ).

RERNUHA:

B A AT S H BKPyV DNA M fE 2k & AP BKPyV DNA REZ F FE+ BHHE T ZRER,

A FE BT R E A B T 15%, ex&ak. Ik, HERMESEA S, ;ErFRE
FAMEE. DATHEEESE. $ABEIRELALHERREY, BHERRELE
e TBIET T ENKE.

e JR 12 B 9: BKPYVN H TR E ¥ RE R T E LWL mAe 477

#AHREN 18: BKPyVN B ARFE £ BRI N 45 T A #y % & QIR B AT L SV40 LTag A
R HME; RETH AR 40~50nn HFHFR (REFRE B, iLEFXK 3a). ZI BKPyWN
B FRE (B¥BEB, IEESFZ 2b) FAMFREERRE (BHEREB, IEESFK 3a) #
Gip Sl

BKPyVN AFE MR A BRI X REWE/NE L ARZEFE A KR, BAHIALER .

R, THBAEREQRAK, RRANT Ut — S I, BKPyV R EM K E/NE M &
FRXKZRHERHT A, B THREZTEIREE F A EER AN mEBERY
NEHE ., AEKHRELHNLZEHERESENE NESG. BRKAINER, £EZHE
BN 0 BB AT Sk B T R L /NE B R A AR S P R B AR T R
BB AR EA 40~50nm B —FEH L. BKPyW FEELWHFRA, @3 IC 258
. BEAMEE. WREE NN RS R R AT B, i
(P EERESENSEE DR EFIERSITIE) HX N 2.

W B 151 B 10: BKPyVN B % T 3 AT 4+ 1 2



RN 19:AST - BIR PR IE SAER Mo [ 41 R0/ B NE B %R Z, % BKPyWN 4 4 A,
Bl. B2, B3 fu C L (HFRE B, EEFXK 3a).

EHERN20: BURBEARNSHREFREAT (polyomavirus load level, pvl) FufH
REFENRE, ¥ BKPYW LN 1, 2, 3H (BEBREB, EEERK 2b),

20 SN LR

B A £ X A AST A0 Banff W A# /R 2 5 4877 ik, X485 BKPyVN By lE )Rk K A6 77 HUE &
XEAK. F—MEASTRE, ETHNER, BRRMNEZRHURE T ENEENL R
B4 BKPyW 24 AL Bl, B2, B3 A C EH (k3) ™. F—M 2 Banff THEAENE
FrtA 44 BKPyV HE (pvl) FMERAENBEHLZETHIHTIH (RO ¥, &F
Mol M EREEZANRMEX, RFERAENE - N AENEEREE £, A% #
WA T e REAURBELTNHUEE RATHE T IERAK, LT ULATE
B 57 0 [ Y B

PyVN - BESBE
W F R WARVE BEWIIRE IThEXE
7 BE
R
AW FESBEMEEEEEE BK < 25% KZ IR L <10%
I Jo 4% i L@ o <10%
ERANE -3 L <10%
] Ji £F 4 14 L2 <10%
Bl Wi SEUNMMN SR BFE 11%~50% K EHZIMG 50%
8] J53 ¢ A HE  11%~50%
EECE £ H & <50%
[f) J57 £ 4k 4% & <50%
B1 8] Ji ¢ AE & 11%~25%  EEE T EL 25%
B2 If] Jo 4% A & 26%~50% W 2 52 45 50%
B3 i [B) J5i ¢ hE Iz >50% B {2 52 4 50%
CHl  WiTEF M4 s B 2 L 2 EZ s B 22 # >80%
[ 5T % Z It % Ft i = YRk
ERNCEE iz >50% I I

] )57 £F 4 1k Iz >50%




PyVN 1 PyVN 2 PyVN 3 i

pvl ci pvl ci pvl ci
1 0~1 1 2~ 3 - -
- - 2 0~3 - -
s — 3 0~1 3 2~3

pvl (polyomavirus replication/load level): BN Z B REHEAT, EMNEHLAL (K
FUAEE D FEEME/NER AT SRR, W28 04 (o), 14 (BE, FEEAE S H<1%),
24 (FE, FAMNE SHE 1%9~10%, 34 (FE, AEAEEHL=100, EHTEDH
— b F A R E AR SVA0 T f R IR EE N R U — AN NE .
ci (interstitial fibrosis): KFEIRAEMN, To4H 04 (B, <5%), 14 (BRE
6%~25%), 2 4 (H#E, 26%~50%), 34 (EE, >50%). AR @HET K FR#ATIFL.
W R R 11 #5482 R JE A D i BKPyVN 9 SE R E 3?

BHERN 21: F VA FHRIFEE R BKPyWN FH ERBAM N EDEAHLELFA, &£
A MEAER (BFEEEB, EEFZ 3b).

BHERN 22: BHEERLEAFNE (44 SVA0 LTag BFT4R, PAb 416) REERHALE
Bl SEHY PyVNCIREFF 52 B A, BB F 2K 1a) W 3 45 52t A I % = ) BKPyV & 3T 3 JCPyV,
k4t BKPyV [ H R AL A2 M, 77 W Y it 4 BKPyWN (##FHEE B, IEEFX 3a).
BERILUHA:

— T % Bor, X BKPyV DNA FEME & 3 Bl Bt 2 Rl 09 £ & B 4L 34T SV40 LTag £ 4H
e, 430%%H HA A EANREERT—HEBER, Lo %3 e EA BT
B BREAY . BH SR RME, 4 10%~30%H BKPyV DNA 1 & 2 ¥ 3 5 40 2%
A", ARk H9 R A 45 BRPyV £ B RE s B R0 A . R BLE] 7 8% A R
EERMER, LERTLRELT .

4t % SV40 LTag B9 ARG AIESE PyW +H EE, SRBERREREE T X5,
GRANRITEEE R M IZHNER: OTREREAEZANNERTRERRA, EXTE
WL WA TEH " QFHMRERF R R ELRE, AFREFRETHAERE BT EEMR
B T I R @E R RERER BT E NET— R FERERET
DL NERENE AWM KEMRE R FER, NERWRETR S AERERENEET
. A—HE, REAMERFERANERRRLESEREARELEREGER L O
R4z K BKPyV DNA FEPERY %, Tk i ALET 2 & A&, V&AL B9 REAE ] & 3L 4 [8] i R A/



g R B AE f BKPYV DNA # A /5, 18] Sk AN R By F e iR AT LU K @BKPyV DNA
1 PR EAE R & KPR & R E (30 decoy 48 AL AT % 5% /% & BKPyV DNA>107copies/ml) HJ'E
JIE AR % 2 e 4R 4R VT B TSRO A 2 T BB VB AR 45 BT Bk e e A sh e
FHF KB a3 Ib ZH9 T HHA-FB9HF R (TCMR) kAR, 52 1B B BE 12 08 Ao oF it
TAE#HR, WREAFEZ SR, TREFHERFRNERRAATEEHM, LERT
FRERUEETEEZEH.

H1 SV40 LTag % ¥ HALFH 1 SV40 LTag %7 H LB

OAFELREREHLBSERER
X O 41 BKPyV DNA Ifi5E, Tit
QLA T hIT IS M2 MEVE 2SI E

. %

B G R e v 50 I 0 0 R A

JE Y =n S[Z =k N

1 R — 5 9 B I @AY = 7K T 55 JRAE (W decoy 41 2

B ¥& B K BKPyV
DNA>107copies/ml)

@ /) e 1 R BE T R R B R R
I A2 BE AN L S
A Gl R I R R OR
25 FF 4 BKPyVN ¥ B (2% TCMR (Ia 5 Ib %)
AfeEFR BKPyV ) 52

7 HAAE R

W BRI BR 122 4k 5 MW R BKPyV & 38 B W KT A AT & X2

EHFERN 23: TRV EBEBHEZE AN BKPyV FREFAR AL AK (BERE
C, IEFEFL 4.

R B A E B BKPyV &5 R UK 5 B AEB B 2 BKPyV DNA i A7 7 A8 1 52
#9 BKPYVN QU 38 A %™, A2 E fEF 19 BKPyV 1gG AT 5 & 5% # 19 BKPyV 1gG &
FRARS AN T B BT ™ o (8§ RS % A BT B BRPyV 471 4 FE M 5 T 86 T3 57 5 AT
% B ROE B 2 DNA i ™. Bk % 308 IR AR % & R BT BRPyV iR, KRB0 ALK
J& 7 % AT # BKPyV & JE. BKPyV DNA ffifE fn BKPyVN'™ , X F B4 %t BKPyV #y 4 B ik ik
Fr ML m . BRI A BKPyV 45 R MUK I = & i H Sk i iE R R TR R
E A VP1 B ELISA 773k, MRIEWMF T UK S K Ig. 1g6. IgM = Igh, ELER 444

TARE e EE, wREN/ RSP AEE. ARASERETRERMAGE, R8I % ZHE



BN, MENAEREFReRRAERRENRITBEATUSMEHWETH T 4
Fo, B BKPyV 4 M T 408, R KBS A M om0 T 40 5 IR #% & & 1 ko
REA XY, EEKEAREFETINBMKIRG T R AMES A . Bitk, 1A BKPyV
RBRERARZRNRTEZERERNC S E. BEAR., FERISFETH, HFT
E A8 A B A T HAT BT 0B M REAL S B R $EAT R

W K 5] B 13: BKPyV &% JeA 90 S0 48 B Ao 90 F B¢ 2

HHEEN 24: HA AW BKPyV £ FH 4 A | NCCR EHe sk KAl & AR S W F 1 4 LT =X
By kRt R ERLIE (REREC, EEFR D,

BHERLIHA:

W T £ PCR 40| i 3¢ Fn R R BEAC 5 BKPyV DNA & 4h, FH ¥ £ ¥rente il 7%, @ F A
# %% F A2 Il VP1 mRNA 3% microRNA; 6 Jf o F B M4 W R o+ B9 PyV Jm & FUR A0 Z 4L T
REME; AT - RUFEAFEHERZEPRENDEFRERAE, £8 T —RMUFH
ARHEHNCCR B8 RITEMAE ™%, Wob, # 5 A& Yiricy = F & BN BKPyV i,
AW E MR R R 1e6 AT, M RIRAE AR H DN, AME . AUET
REBRATS mFFMmAmEHE, UK HAKKIR ZART %, AHARATEAE
I7 48 7 AU BRPYVN An R R AR EEME . REX L EEH RAlMBERSE,
ERAFHAREEARUIHESERLA, A —FHTAFRIEZAREREEE,

. BKPyV A8 X M fbE

W JK 13 B 14: A 30 BKPyV x4 HAR X M B MR R A AR SR X?

#F RN 25: DK ML BKPyV DNA REBRWK AWK R Y B THEEEBHEZA BPyV
HAREERE (REREC, IEEFR D,

B REAS & BKPyV R4 5 R - HE 2 AW EF AR R . KEI® AT BKPyV EHI TR G
NCCR W9 EHe A %™, T 44 jw BRPyV £ H A A0 R 35 £ BB EAMAG ™™, AHARE, &
Fr 41 BKPyV DNA e Fo#% ¥ BKPyWN J5, B RS # R & KB K mE G ([T H
Al Eie . AR A fu kA F S R AT T R R E R LR E I IRR 2.2, 95%CT 0. 9~5. 4;
n=89 ), &MY BKPYV G R EmE 2 AT EAR " AU EEELBRELS
RFARGREBEELAL, ¥ BKPyV A KM R B £ OB R SR E 7 %

AR Y5 d



e JR 91 BE 15: A+ AN IL T T EAF BKPyV R R # #ATHR T B2

BHERN26: Y 2~3 FRN 2%k Z Mm% BKPyV DNA HE % 103~104 copies/ml (R F%
) u, BUERERWFBRE (REBEEB, IEHEFL 2b).

BHERN27: L ¥R % BKPyV DNA & AT 104copies/ml (FE%HME) RIERIEL
A BKPyWN i, BWHEREZNABE (BEREB, EEEZR 2b).

#H#EREN 28: YK BKPyV DNA #E AT 107copies/ml Bf, Z WA i3 BKPyV DNA &
&, R FHM U R BKPyV DNA i fE # — A0 2 (F B E D, EREFX 5). R 11 ¥ BKPyV
DNA ¥4, EHABEE D ZR, WERETHHEE 2R A% EEHEBKPyWN, HR
FEEEWNHFRALE, BB THR#ER (BEBED, EESX5); vREABRE,
WS A MM . /& BKPyV DNA R Sk AR K&, BIWNREZH LR RAEKHFRAE
WERELENREE, BEI S RRBTRREE G AR RAN L EEEEEC,
EEFZ 4.

HBERILRHA:

W R IE A % I F S BKPyV DNA i i 3% BKPyVN, T [F B 5% 8 th 34 F R 48 o =,
BB EHT R ERT, MR RMHEE R ERMET TR, F T AR § IS
M E A BRPYY EHIAE, o EEREEA TR N K, BT LA A
&, ¥ H R BKPyV & &, AT K& & BKPYVN B9 XU, X — 5 ok 8 B £ 48 & i 3¢ BKPyV
DNA R By R R R EBEE KT E R, 255 BKPyV DNA RIER & &F EH#ATHR THE
W AEESFN, EHEZEA BKPYyWN IR H T E, REEALTRERLA 5%5~30%80 X FF
BEX T, L B e x5 EF o LW R0 HF N Masutani % AR, 5 7 BKPyV
RIEM MW, FHEEmEERELN TORMA AXAERERE (0.62 vs. 0.33/A, P=0.006),
fif ¥ & B9 TOMR £ & (36.2% vs. 19.6%, P=0.002) 7, ¥ 527 LLIE AR ey £ f BKPyV R ey
T, 75 B BRE 70% 5 % 0% DR RS AR i R FE R AR, BT LAAE TR T i AR
FEER B AR fe R RN A .

WK E B 16: 45t EREE TN BKPyV REFHWEETHRENAHA?

BHERN29: St RA T EERR BRI K 2 MHF KB B #52 BKPyV DNA 1t i 3% BKPyVN
Z%, RURTHRBERNHBEEANZERNLT A E REBEB, EEFX 2a).
BHERNKH:

BT B R H B & BI BKPyV 24, T FE THE BKPyV R4, TEBTHHBEE Y
AR S AT 38 2, LB BRPYV #F R 0% © 7. T T £ B i Ml % BKPyV 44



AT, B AHETHREES B REBEY + BRPyV E R E 74 %,

W Bk (E B 17: XEF % E T BKPyV RFe s, B fm iy e st e 4 4R 2 5 2

THEIN 30: LR (NI (EHBE B, IEEEFXK 22). & ¥ CNI F &R 25%~50%,
REMIEEE BEARAKRE 3~5 ng/ml RIAFE BARLWKE 75~125 ng/ml. ki BKPyV
DNA REERZY 4 AEMHRRD 10, FR#J—FBDERAHA, wT: OFHREH
YR 50%, BREEBHERMERHE 5~10 ng/d RETCEREAEBHPELEEZRLEK
& OFAARBMLGY. RAXRAERNEEL REAKLRBMERE 5~10 ng/d K
CEHRRAEBAMEREZZFHAE, BA N EHFE.

HBERILRHA:

B REAS AR 5 % B4 3L BKPyV DNA ffifE =% BRPyVN i, £ B EIEST 77 R 2D RZ M F A A £,

45 T S X B KB AT DU & AN A B BT s M R A AT (3R RCT A 4 ) 20
FAFE T BT WAL, B o 4 BKPyV DNA 7% fR % ¥] 35 80%~100%. H 48 I D 45 1 4 4 25 8L B
##7 (calcineurin inhibitor, CNI) DUMRH#HHUA & T 4 Mok iE & —FF ek, & — T4t
644 Gl ¥E LA % # B9 A AL E M AT %2, 105 4 %  96%87 2 BKPyV DNA #7& ik, HF
3ONERF R ML FEERIER, 43%EH —F RO BERERE S HIER".

BEREN 3L RERDARMG Y GEERE B, EESH 22). EARRARBMADA R
D ED 50%. R ZA WM BKPyV DNA REAWZ 4 BEMARRBRD 10, #R#*—FEMK
SEWEA, T OFFRD NI AE (EEAEBHFLKE 3~5 ng/nl RIFEK B
AIKE 75~125 ng/ml); QFARRBEY, RRXEBWERMERE 5~10 ng/d Kt
CHRREBHYLEHRZVFRAE REARRLEBRNZE L REARBAERE 5~
10 mg/d RECHFRAEBEHEREZFHANE, B4 ONI EHF R, X T HATF BKPyV
DNA tifE (>105copies/ml) W% #, WHREHEEAA KB LW, WIFLR NI AE (%
FRED, EEEL5).

BHERNKH:

FERAEEBOMRHLGYURTRERFENRCHEANT , X R REELRELTERE
THEBRBKELY (mycophenolic acid,MPA) 1% F| E WD BT HIIEHE . — TUATHE M A7
RFZH, X THE BKPyV DNA MERY B IER B X & (RATE M RIEBAEY B, 2/ MPA
it FiE % BKPyV DNA M R R AR KM ™, EREENE, TLZEEZ T HEHHAEEF
BT, 23 8% EPH 8L (W H—H WD T ONL A&, RAKE T HEEREER™,

A4, T EACEEE DNA ME % %, 43 BKPyV DNA # & >105copies/ml, % & €



W THE AWM PREEREE B FBEEY KE LB ERG, I8 RE £ UE AT
ZHERIRE, hWRESAF, HFRAR, B o885 %% 3085 fh 50 AR 5 7 B 843 A
TARE G

BERN 32: EHEZIWFRN R RVRAEENEL N RABFEE (ERAKE 75~
125 ng/mI) (35 & B, IS K 2b); ¥ ONT E# 4 K5 7 F 3 5 (4 % E <6 ng/ml)
(EFHBE C, IEEFE 4); Bk MPA E¥ h ok T R A & ¥ F X 5 (£IK & <6 ng/ml)
(HHEEC, EREEL D,

BERNLUHA:

EONF AL T & . sk ST B AT Z E 5] %f BKPyV & & i3 &l E Fl fALEE; AR, M e
3 5 A #E BKPyV v E A . —TRATHE M 3E RCT I KA 58 B R, At S8 3 B # 4 4 1R A
EXFERIETFH BKPyW AR 7 ™. EHETER, UBEZEE N Eaa i fF 7
Z 7 DLEAR BKPyV DNA i frsk BKPyVN B9 XA, %k AT 2 E & 7 aE A Tie7
BKPyV DNA fifE &k BKPyVN"™"', A5 5 % FLAE BKPyV 75t B 45 MMF $£46 2k ek 1 52 7 4 20 1%
KB RERSAE % 2 . R P 89 BRPyV DNA 3k 8", DL b s st mg = B & b 78 /N 5] R 5109
T, B AR I PR AL BT %L R .

We B 51 L 18 V3 25407 J5 B AT 2 AT BE 2

BERN33: AEGHERNGARN NI HHRERIHARN BN —FHE (REE
EC, EEEE L.

BRERN 34: AEHYERNGAENBEE I # (BEREC, IEEFZX D.
EHEREN35: BWEF 2~4 AN M BKPyV DNA R E, EERFHFER (BEREB, LE
4% 2b) Bz BKPyV DNA HER E A <103 copies/ml (¥FEE C, IEEEFX 4,
#AHEREN 36: 7 BKPyV DNA MiiE# /G, WA il m, s bl ¥ BKPyV
DNARE., ERARRHERLT, TUFRKEEAME Y EN (REREC, EEFX
4),

BRERN 37: WRAKI MK BKPyV DNA RETLHE THES, 4 BERIRERNE R
H—F R R TR EE, AL BKPyV DNA E% R (BFREC, TEEE D,
BRERLIHA:

MR ez e BER, MN&2~4 AN —K MK BKPyV DNA £ & DITFRITHR, A ELFH
5 eI G E ., ¥ BKPyV DNA % FH /5, WM R EME i A, MR ERH
A F R R 3 e A G 3 H R ACE R R AR R T %, UL HE R RO K A g



R HLA AR

W Bk (E B 19: X¢F % E T BKPyV RJe %4 B LB ey FE?

HRERN 38: AT HRETHE BKPyV BRRe X &, ERMBRERIWHERENFE M, ZWEA IVIG
EHWBIT (REREC, EEFZD.

BHEEN 39: A THEERNGEE, AWUFARERA IVIC TR ARERFRE BFERE C,
MEFEFR 4.

BEELHA:

# FkUE AT %923 & @ (intravenousimmunogloblin, TVIG) ¥ &4 7 &% & # BKPyV & Fui
K ATEHUR —REESNARERETEREXRRERZAANRBENZEAL, X
BBIIVIG B9 % % M BKPyV DNA MiEMEH R E#S™™ . MTHAERGNZE, H
IVIG 697 7l B ST b7 % & 1l 52 E IR K B R R AL . IVIC BRI A E A 0.1~2.0
g/kg™, ERAKFE IVIC HEEFELTE KA,

BERN 40: FLAREA KBRS BFEREB, EEFL 22). BHEF (REBKB,
MEFR 2) WERRAEEREARER (BERE A, EEFR la) BT HFETHMW BKPyV
RRZ#,

EERNLKHA:
K BKAFEEERB LA TR T A EA A B Ak C g AE, HF 7 sl fR S
B ey BRPYY £ 417, RAKEWER GRS AR, Fil. nAEMDER. T

4 Fn LML K % . B B BT 70 AR T S AE 52 H Xt BKPyV R A B
BEBFARATETEARMBEEENNER, EAFRBHREEMESM, Bal M LlEKR

I AL % BE B %8 B 7 % 4% % 7 AL T BKPyV DNA finJ fo BKPyVN #9348 8167 ™",

BB R G Y AT 40 e 4 TR/ I R AR R LA K, RSP BKPyV A B
. BT, R EHERERATERASY, —HEA., XE. ZRANEERAR L
T SREFAML, %F 500 mg/d ZARYE 3MA, FHEA K BKPyV DNA & JE 5K BKPyV
DNA A 8y % & £ B — TR ML FRAF L 45 R A, (2 3 AN A ISR T 90 2 FF R FE 1K BKPyV
DNA MiEdy & A%, FETHMT A EmMATAERLHEAEE,

W B 12 R 20 7 T30 B o e I MG S 0 4 SR B S AR P M BB VE S ek T R L ?
#HERN 41: 54\ BKPyV DNA ffE IR /5 o022, BEURIEA R 52 RS B 15 2 n 48 %
B RN, SRR BKPyV DNA HERBEE IR, TWHIFRE (REBE
C, EEEEFX 4.



RN 42: HRMM SN H LT BT R % H R WREARET RRTRIEF
BIF (BEBREC, EELE D,

BHERN 43: YHA*—F BB R RS R T e, BANELERLH
HHW (REBED, EREL5).

HEH RN 44: X T #45 BKPyV DNA RAERY PyWN &, R MR & RIEAF AR UK Tk
WHRIAEE, ANLERBRERLERFADWERL RN ELERBARNFEE (RER
ED, EHEFL 5.

HERLNA:

BKPYyW X # R AZMHRES, BHEBELERTBEME S, RIERIEI M fmE
ABSAR LML, GENREERENIL (A RBEERERESAE) " XEAHR
EHEE TR R L% . BKPYyVN Z 8 F0 T 48 ji - S R9HE F R (L2 Tb LRI A
BRAF ERUR g, M aENEAFoD, RASRENESERNERNINE S REL
A RACT UL B S A BT

{43, BKPyV DNA fuj sk BKPYVN #7407 /5, WA vF#1 T 40 oA 5 047 R 4 5
4. 3%F 50% I 14ty % A T R RS, P 50% % F HI T ABR™Y,
E Bl ¥ s R BT e R R A B AL, R EARRE.

W RUWT A E SR RO, P AR Ml 2 BKPyV DNA 2R & B 00 T [ w4 e A
GIATEIH . A TERAE S A Bantt &M H T R S AREHR L, TR 50%H 7 I 1t % B
B EGTA RN ™™, W RERAKEEMER S REREET. wRBIFH M
ABMR, %#E IVIG, FlxEELRMmKER, LEHENZFAITE,

WA LHE 6T BRI BT 2 BKPyV DNA MERIZ &, HRXFB AT HHAFIETH AR
B, BT i KO B 3 E B SRR T

Wa R [ R 21: x¢F E BKPYyWN R EBEE A G REEZIFAEREBENZH, NLER DL
IE B2

¥ R 45: 2 BKPyV DNA 1ft f #% A 2k BKPyV & #IAF T M 100 B UEAT B R BB A,
HAWA G BN BKPyV £ 4 (BEFEE B, EHEFX 2b),

BERN46: TENEFABENRTBEERA (BEREB, IEEFX 2b).
BERLIHA:

— Il 4 118 % # oy BB G R AT 58 B ' kAS A B F BKPyUN & o o &% % R B BEAS
BE, £3EHEMEEEN 903%™ EAS BB EZEF, Au AN T BKPyV DNA



ET, 4 50%%E BT T BAEBEYIG, (EA51 48 1k BKPyV B & %] 51 BKPyVN B & 4
N 86 T BKPyY DNA MEVEMR BN RER, BRH G EIE 7 E MRS THRENIL
#

Jus JLE B RBEBAEZ# BKPyV M X KA ALY

mEFRATAFFRR KA, FAK BKPyV REBEHE L AR LR H. £)LEFESERK
F, BRZ AR BRPYV SR MM AR RN ZF R LR, KR T I EREE
wEAGAR AT EREAELEE ", W, EREREERSEERERE R SR
YRIEARMEREEF LERZ ", EFERATRTEMEREERRZIELH K&
BKPyV & #l# — M KRG &£ BRI X TRAZ AR ANEEAR, FEA—FSHX
REAL—RFr. A4, LEFMBEXERRARGTE RN R. & LR, LERE
BT HE LR, AFE, DEIMET T RSRAFE-—RER, ¥ (LE
FREAERREEE R EZEERD.

t. RES5RE

AIEH LW EPOHEE T BKPyV B RA XK AN BEE e UL Z T E AR,
FIR#ET A ANEFRELM TR, AL ENEEBESH BKPyV R X KA
BRI RGN, EARK, WREEMIRBEER, TRESF O, ZFM, AEENEAMN
BT, T A &R E A E AR E B R E W E SR BKPyV R Z H WG R 2T AL
RGN E FiL .

PESE: BN (FLAFHEF —ER), AFmA (ZEAFHWEFLER), #% (FF
EMAFHEFTER, TR (MIAFEFRNERE —ER), FE (FFREXARFRNE
FIRM B EER).

BEEE:

HA (FUAFWESR —ER),

Email: huangg8@mail. sysu. edu. cn

BofEd (RBHEREBHR): t2% (W AFEFER), XAt (F7EMAFHRIL
Ele), g (REAFHWEFLER), REMK (FLURFHREE—ER), 5F (KKK
FARER), K& (FPLA¥WEF=ZER), BikE (FPLAFIRMWLAER), KE



W ORUAFHWEF—ER), A (AXRBAAFE-—HMEER), BA (RETEF—FQ
El), fr/h (FEFEAXFWHER), &FH (FLAFWER —ER), ZRE (F
MAFHEE_ER), EXxfm (PEARBHERTERXEER

FFEFR: BRE (WEZREAAFF-MEERD, [TAX (WREFERAFHEER), K
Rl (EFREAFRFEFRMBERFER), KFFLBEBEZFEAFKEER), ARE(R
BAFMEF LER)

FRER (BEREREBHTF): TIHA (WEZREBAFE-WEER), TRAEAFA
RER), 2 U REARER), FHKMIHEARER), RXA(REFTE—FQ
El), KEN(FFRAIARFAFEFRNERGFER), KEBFFEAFF —HEE
o), BREIAL (REEXEER), #hR (EHMEMAFWMEINTKEER), ik (T A¥
FHER), 28k BMRELEERE ZEFFO), ARE (ERAFEREE—ER,
VN (EHMERAFMBATAMER), Hit% (NMIAFEFRHEF —ER).
Mare R FrafEEF AT mr R

EERRERTRFRERNOAR, FTREEERN

%3 Xt
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